The reason xerophthalmia had been called a specific vitamin deficiency condition was that the rat could not be examined as carefully as the human subject, and it was the most obvious thing to see. The first experiments on animals were made by men who were not clinicians; they found this lesion and took it as a criterion. But not every rat developed xerophthalmia; many of the rats died without having shown it.
Dr. Hutchison had referred to the condition of Denmark. That was an agricultural country, and its main industry was the production of vitamin A. In such a country there could be produced a deterioration of the general health of the people because of the exportation of too much vitamin A stuffs. Were not the same economic factors operating in this country ? It was not a question of better housing, or more air, or more light, because when by rationing butter the whole population was supplied with vitamin A, this particular ill-health disappeared. Xerophthalmia and beri-beri did not appear because people received just sufficient vitamin A and vita,min B to prevent them getting into the terminal stages, and only a very little would ward off the terminal stages.
The very object of the experiments adduced in opening the discussion had been to show that lesions occurred on diets which never led to the terminal stages, and that therefore the non-appearance of beri-beri and xerophthalmia could not be taken as a proof that the people were receiving enough vitamins.
Dr. G. M. FINDLAY (in reply) said that though Dr. Hutchison, in his long experience, had not seen an adult case of scurvy in this country, he (the speaker) had been more fortunate, for though he was not a clinician he had seen two cases of adult scurvy in Scotland.
A few years ago he had the opportunity of investigating an outbreak of pneumonia and conjunctivitis in an industrial school near Edinburgh. In that school, from 1902 onwards, there had been outbreaks of acute atypical pneumonia among the boys. Before the war an outbreak was investigated by Dr. Macneil and Dr. MacGowan, who thought there might be overcrowding. Fresh dormitories were therefore built, but this did not stop the outbreaks. The diet for the school had been drawn up by Professor Haldane. The conjunctivitis had not been stopped by bathing the eyes with antiseptic lotion. He (the speaker) was called in, and he found that, in order to save expense, the whole of the food was placed in huge cauldrons which were screwed down, the contents being stewed for three to four hours. On his recommendation, cod-liver oil and raw swede-juice were supplied. There had been no outbreaks since, nor any isolated cases of the kind.
With regard to the question of tuberculosis, which Dr. Rowlands had raised, a few years ago he (the speaker) carried out experiments on guinea-pigs and rats fed on a diet deficient in vitamins A, B, and C, and inoculated with tubercle. With regard to the amount of tubercle present he could not come to any very definite conclusion, but what he found was, that the tuberculous animals which had been fed on a diet deficient in vitamin, particularly vitamin A, died much more quickly than other animals from intercurrent infections. A condition of tubercle plus a diet deficient as regards vitamins, resulted in a much more rapid death.
In answer to Dr. Parkes Weber, as to the extent of suppuration present in animals with gelatinous degeneration, as a rule these animals appeared clinically to be healthy, but they were neither so well grown as others, nor so active. There were, however, no gross signs of inflammation to be seen at death.
